PGE2
= prostaglandin E2; 8-iso-PGF2oe = 8-iso-prostaglandin-F2fx; PG G/h S-2 = prostaglandin endoperoxide synthase; Ve = minute ventilation HP he presence of endothelial cell injury leading to ¦*¦ the high-permeability pulmonary edema seen in ARDS has been firmly established. The mechanism of endothelial damage is not certain; however, oxi¬ dant stress is suspected to play a central role. In Finally, prostanoid production in inflammatory states is thought to be upregulated by prostaglandin endoperoxide synthase-2 (PG G/h S-2). To assure that breath condensate 8-isoPGF2a was formed primarily by lipid peroxidation, rather than enzymatically through this pathway, levels of prostaglandin E2 (PGE2), a major product of PG G/h S-2, were measured in 10 study patients and 10 normal control subjects.
Analytical Methods
Breath condensate 8-iso-PGF2a was quantified by modifica¬ tion of previously published methods4 10 years. Three were male and seven were female. All of the control patients were intubated for minor surgical procedures.
A representative selected ion current profile used for quantification of 8-iso-PGF2a is shown in Figure   1 . The concentrations of 8-iso-PGF2a recovered after the 30-min dwell of 50, 250, and 500 pg/mL of standard 8-iso-PGF2ot were 37 pg/mL (74%), 176 pg/mL (70%), and 383 pg/mL (76%), respectively. Mean PGE2 levels in 10 study patients (13.9 ± 0.7 pg/mL) and 10 
Discussion
The oxidant stress theory of ARDS 
